The first evidence of the increased chemotactic activity of polymorphonuclear leucocytes (PMNs) from patients with Beh9et's syndrome was reported by Matsumura and Mizushima (1975) , and because of this they used colchicine in the treatment of Beh9et's syndrome, with apparent success (Mizushima et al., 1977) . These findings of increased PMN chemotaxis were supported by Sobel et al., (1977) . Using an agarose plate technique these workers produced evidence that both serum and intrinsic cellular mechanisms are responsible for this increase in the chemotactic response.
Patients and methods
Six patients with Beh9et's syndrome were studied by in vitro methods, and 5 of these patients were studied by in vivo methods. The details of the disease manifestations and treatment are shown in Table 1 For the methods used see Walker et al. (1979) .
Results

IN VITRO
The PMNs from patients with Behret's syndrome migrated to a significantly greater degree towards normal activated plasma than did control cells, as shown in Fig. 1 . Control: Mean ± SE=66 ± 3 PMNs/high power (Oniki et al., 1976; Shimada et al., 1972) . Despite the increased responsiveness of PMNs detected in vitro there was a reduction in the number of PMNs which migrated through skin abrasions into chambers in vivo. We have found that in patients with rheumatoid arthritis the in vivo findings reflected the in vitro results (Walker et al., 1979) , but the situation in Behget's syndrome is obviously different.
Histological studies of lesions of the oral mucosa (Lehner 1969) and of induced skin lesions (Haim et al., 1976) show a completely different picture from the synovial histology. The histology of recurrent oral ulceration in Beh9et's syndrome shows a predominantly lymphomonocytic picture with a raised mast cell count. Similar appearances are seen in the dermis 12-48 h after a lesion has been induced by needle prick or injection of normal saline.
Skin and oral mucosa are ectodermal in origin, and the synovium and uvea are mesodermal in origin. absence of basement membrane in the synovium and uvea. It appears that in patients with Beh9et's syndrome tissues of these different embryological origins show different inflammatory reactions. A predominantly lymphomonocytic picture is seen in skin lesions and recurrent oral ulceration, which may represent a form of delayed hypersensitivity (Lehner, 1969) , responding to an immunomodulatory drug such as levamisole (Lehner et al., 1976) .
The predominantly PMN infiltrate in the synovium and uvea, however, may represent an Arthus reaction (Oniki et al., 1976) enhanced by the abnormally high PMN chemotactic response seen in vitro, which may be suppressed by colchicine. These histological observations may explain the paradoxical results obtained in this study. 
